 (Gut 1995; 37: 35-38) 
Helicobacter pylori is believed to be uncommon in children in developed countries. In England the prevalence of H pylori gastritis among school children is reported to range from less than 1%' to 5%.2 In a study of 466 children from Belgium, the prevalence of Hpylori infection among children aged 2-8 years was 5% compared with 13% in those aged [8] [9] [10] [11] [12] [13] [14] years. 18 After ingestion of the organism, the gastric pH seems to remain acidic for the first week followed by a period of achlorhydria which may last several months. Thereafter, gastric acid production returns to normal. Achlorhydria is a powerful stimulant to gastrin secretion.'9 It is therefore postulated that acute H pylori gastritis is associated with a considerably raised circulating gastrin and that thereafter, following the return of gastric acidity, the plasma gastrin concentration gradually falls to that seen in adults with chronic H pylori gastritis.
The aim of this study is to determine if the degree of hypergastrinaemia in children with H pylori gastritis is age dependent.
Patients and methods Four hundred and thirty nine children aged 4-13 years (mean 7-3 years) attending the Royal Belfast Hospital For Sick Children for routine day case surgery were recruited over a six month period. Venepuncture was performed on the children under general anaesthetic.
Serum (1 ml) and plasma (2 ml) were stored at -20°C and assayed in batches for antiHelicobacter IgG antibodies and fasting gastrin respectively. Anti-Helicobacter antibodies were detected in serum using a commercial ELISA method (HelicoG, Porton Cambridge Ltd). The assay had previously been validated in 100 children undergoing upper gastrointestinal endoscopy in whom three antral biopsy specimens had been taken for histology, culture, and rapid urease test (CLOtest, Delta West Pty Ltd, Australia) respectively. A diagnosis of H pylori gastritis was made if at least two of the three specimens were positive for Hpylori. The sensitivity of the ELISA was 100% and specificity was 92%.
The fasting plasma gastrin concentration was measured by a radioimmunoassay using antisera R98 which is directed towards the C-terminus of gastrin and detects Component I, G34, G17, G14 in equimolar quantities. It binds both sulphated gastrins and requires C-terminal amidation. Cross reaction with cholecystokinin is 0.005%. The assay has a sensitivity of 5 ng/l and the intra-assay and interassay variations were 6-6% and 9.4% respectively at 25 ng/1.20 21 To ensure that socioeconomic factors did not confound the age related seroprevalence, the socioeconomic background of each child was determined, according to parental occupation, as non-manual (Registrar General's class I, II, or III non-manual), or manual (Registrar General's class III manual, IV, or V),22 and the ratio of children of non-manual and manual backgrounds was calculated for each age group. Table II , socioeconomic background is shown according to age. In the age groups 4-5 and 6-7 years, a higher proportion of the children came from non-manual backgrounds. The ratios of non-manual to manual were 0 74 and 0.84 respectively compared with values of 0-51, 0.63, and 0.58 for the age groups 8-9 years, 10-11 years, and 12-13 years respectively. Since Hpylori infection is more common among children from lower socioeconomic classes, seroprevalence may indeed have been underestimated in the youngest children studied.
The Figure shows the plasma gastrin concentrations according to age in children seropositive and seronegative for H pylori, showing the more noticeable hypergastrinaemia at an earlier age. The mean (SEM) fasting gastrin in the seropositive children (127 (12) ng/l) was significantly higher than that found in children seronegative for H pylori (53 (2) ng/l) (p<0.001). Furthermore, there was correlation between age and fasting gastrin concentration in both groups of children. In those seropositive for H pylori, Rs=-0.27 (p<0-001) and in those seronegative, Rs=-021 (p<0001).
Discussion
Most epidemiological studies to date have reported a low prevalence of H pylori seropositivity in children in the developed world and an increasing prevalence with age. In the present study, the prevalence data challenge this view and the importance of low socioeconomic class as a risk factor for the acquisition of H pylori infection during childhood has been shown. This is in broad agreement with other studies in which socioeconomic class was determined in terms of parental occupation,5 family income,23 and the standard of education.24 All of these probably reflect more direct risk factors of childhood living conditions such as overcrowding and bed sharing thereby facilitating faecal oral or oro-oral spread of the organism. Mitchell et al, in a large cross sectional study in southern China, have suggested two phases in the acquisition of H pylori infection. The first occurs in early childhood and the second is a 'steady-state condition' whereby seroprevalence increases by approximately 1% per year.25 Differences in the prevalence of infection between different regions and countries may therefore be explained by differing rates of acquisition of H pylon infection in early childhood. In the present study, seroprevalence among the youngest children (4 to 7 years) may have been underestimated since the proportion of these children who came from higher social classes was greater than that in the older age groups studied. A link between childhood H pylon associated gastritis and hypergastrinaemia has been questioned. Oderda In conclusion, the degree of hypergastrinaemia seen in children with H pylori associated gastritis is greater than that seen in adults with this infection. Hypergastrinaemia was most noticeable in young children and may reflect the period of achlorhydria associated with acute H pylo?i infection. In view of these findings, it is suggested that H pylori infection is commonly acquired in early childhood.
